tional TCRαβ cells in which cells undergo random mice. We first used CD4-cre transgenic mice for the fate mapping of iNKT cells. In this transgenic strain, the TCRα rearrangements and are selected to the iNKT cell Cre recombinase is expressed in DP thymocytes and lineage as a consequence of a specific rearrangement in CD4 single-positive T cells under the control of the for the invariant TCRα chain (Bendelac et al., 1996) . Acproximal enhancer and the silencer of the CD4 gene cording to this model, referred to here as the selection (Sawada et al., 1994) . Therefore, deletion of a loxPmodel, iNKT cells are derived from DP thymocytes, and flanked sequence occurs in DP thymocytes. We bred their fate is determined at the DP stage. A recent study the CD4-cre transgenic mice to the ROSA26R reporter identified canonical Vα14-Jα18 rearrangements in large strain, in which excision of the loxP-flanked "stop" se-DP thymocytes, and it was shown earlier that intraquence turns on EGFP reporter gene expression, and thymically transferred DP thymocytes could give rise to traced fates of DP thymocyte-derived cells in lymphoid iNKT cells in irradiated recipients ( bryonic lethality and complete lack of definitive hemasorted TCR lo/− CD4 hi CD8 hi CD1d-αGC − DP thymocytes, which represent developing thymocytes before positive topoiesis (Okuda et al., 1996) , we used conditional gene targeting of Runx1 in T cells to study its roles in iNKT selection, were similar between CD4-cre;Runx1 F/F and control mice ( Figure 3E ). These findings indicate that cell development (Taniuchi et al., 2002) . In this study, we bred mice harboring a loxP-flanked Runx1 allele in the absence of Runx1 the canonical Vα14 to Jα18 rearrangement in DP thymocytes is not affected, al-(Runx1 F ) to the CD4-cre mice to inactivate Runx1 in DP thymocytes. Quantitative real-time polymerase chain though there is a profound reduction in the iNKT cells with this rearrangement in total thymus. reaction (Q-RT-PCR) analysis showed that the deletion efficiency in DP thymocytes was higher than 95% at Development of iNKT cells requires expression of CD1d on DP thymocytes (Bendelac, 1995;  Coles and the mRNA level ( Figure S2) Figures 3D and 3E ). The relative amount of the invariant TCRa transcript, which presumtuted mice, the contribution of CD45.2 + tester cells to the DP compartment was approximately 50%, suggestably reflects the number of cells rearranging and expressing the Vα14i TCRα chain, was reduced by more ing that both tester-and competitor-derived iNKT cells developed in almost identical environments ( Figure 4A ). than 10-fold in total thymocytes from CD4-cre;Runx1 
